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Fig 1. An exaggerated I in the hypertrophied myogtes by chronic
medication of L- thyroxin in guinea pigs. a. Comparisonof the FV curve
of the Iyg showing an exaggerated Iy vs. the normal. b, An exaggerated
I, in the hypertrophied myocytes by chronic medication of L-thyroxin in
guinea pigs. The IV curves of the I, in the nomal and hypertrophied

my ocy tes.
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Fig 2. Tvo novel mutations in HERG gene were discovered. (a), An
early appearance of stop codon in LQTS patient who presented a pro-
longed QTe. (b)s An insertion of 9 bp (3 amino acids) and a nommal

Qle.
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lon Channelopathies Which Induces Cardiac Arrhyth-

mias and Novel Target of Drug Development
DAI De-Zai
Research Division of Pharmacology, China Pharmaceutical University, Nanjing 210009, China

ABSTRACT AIM To investigate the pattern of ion channelopathies and the novel target of antiarthythmic agents.
METHODS The ¢DNA of lymphocytes from human beings, cardiac hypertrophy by L-thywoxin, mRNA expression
and patch clamp were conducted. RESULTS Three novel mutations in HERG and HMINK gene were discovered.
The down regulation of chamel in cardiac hypertiophy and up-regulation of some ion channels: Ic. 1. Lok b ks A
and Ik1 Awere found. A relief of channelopathies toward normal can be achieved by an indirect effect to regress the hy-
pertrophied myocardium by chronic medication of propranolol, etc. CONCLUSION Two patterns of ion chan-
nelopathies were identified and the disorder of the lipild membrane and transmembrane signaling are the new target of
antiarthythmic agents.
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